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Regulatory T cells and Th17 cells in idiopathic thrombocytopenic purpura
Guo Ninghong »Shi Qingzhi” , Hua Jianyuan
(Department of Hematology sthe Second A f filiated Hospital s Nanchang University , Nanchang 330006 ,China)
Abstract: Objective To investigate the expression of regulatory T cells and Th17 cells in idiopathic thrombocytopenic purpura
(ITP) and its significance. Methods The quantity of CD4% CD257 T cells, CD4™ CD25"" T cells and CD4" 1L.-17+ T cells in pe-
ripheral blood were measured with the flow cytometry(FCM) , the plasma level of 11.-10 and I1.-17 with ELISA and the expression
of Foxp3mRNA and RORc mRNA with RT-PCR in 29 newly diagnosed ITP patients and 28 healthy controls. Results

with the normal controls, the ratio of CD4" CD25" T cells in the peripheral blood of patients with ITP was significantly higher (P<C

Compared

0.05). And the rate of Treg cells in patients was remarkably lower (P<C0. 05). But there was no evident difference in the percent-
age of Th17 cells between ITP patients and control(P>>0. 05). However, the ratio of Treg/Th17 was lower in the ITP patients (P
<0.05). The plasma level of IL.-10 in ITP patients was found significantly decreased (P<C0. 05),whereas no statistical difference
was observed in the level of 11.-17 (P>>0. 05). Furthermore, the Foxp3mRNA expression levels were largely reduced (P<C0. 05),
but the RORc mRNA expression was increased than that in control(P<C0. 05). The proportion of Treg cells and Treg/Thl17 in the
effective therapy group was higher than that of in the ineffective therapy group(P<C0. 05),but the proportion of Th17 cells was
lower than that of in the ineffective therapy group (P<C0. 05). There was a significant correlation between platelet counts and Treg
cells, Treg/Th17 in ITP patients (P<C0. 05). The proportion of Th17 cells has no obvious correlation with platelet counts ( P>
0. 05). Conclusion The imbalance of Treg/Th17 plays an important role in the pathogenesis of ITP.
Key words: T-lymphocytes, regulatory; T-lymphocytes, helper-inducer; pupura, thrombocytopenic, idiopathic

By KPR I /s B s 2D P 48 8 (idiopathic thrombocytopenic 10°/1, LW 454 SCiikbr D . 28 5 4d BE AR 9 1E % X IR 5 9

purpura, ITP)J&—Fl & UL DL /N AR 83K 3 22, 5108 K Bk B
FRE L PN JUE 1 1L A R 1 B S RO . H T R e AL R R
ST . WY T 4008 (regulatory T cell, Treg) J& 4E £ HL
1R f 955 T 2 ) TR R 35 &, Th17 48 i Chelper T cells 17,
ThiD WS 5F L Z 80 A B . 4830 Treg 48/ Thl7
M AE TTP J8 35 & ML A 0/ F AT 2R3

1 #EREFE

1.1 — %k AR 2009 4E 5 A % 10 A BGAKHBIE ITP &
#H 29 B3B8 . L 21 il AL AR I 36 (11~63) % s i 2 4 Al
210 A~ H 53R 7 F I/ B B (1~ 300 X 107 /L, Hr i 19 X

A

A J@IRAEZE . Tel:13576957300; E-mail ; qingshis@ sohu. com,

Bl 4 19 ], PR 30(16~69) % 5 il /MR T $E (109 ~226)
X10* /L, H i 128X 10° /L. hR A< SR B Tl R 45 32 3 B B B R
GBI HI RAEYT o IR I RS M B K58 s B B e 3
Z R A AR AR AR E O B A R =1 .

1.2 &% B A CD4.CD25.IL-17A . 7] # % B8 1 4 Bl 1gG,
(eBioscience 23 7)) RNA 42 Bk 7 & (Invitrogen 2 #]) , RT-
PCRAM & (A TAEY TR AR S A WA D . 6 )5
LR (PMA) (B FHR EAEE R (BH Alexis A HD .

1.3 yaCH AR R IR B E # X B MR I 5 mL, i

E 7R NS R N Y 77 O A 1 R S 3 Y



TREF 2011 4 A5 40 55 12 4
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B G E 30 min, BEER #5 22 v (PBS) Bk % 1 Kk, % & 40 5
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