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(HZE] HH HITHSFBEA-1(NRP-1) 42 T A (Treg) b AFRA S HE G5 R
3A(Sema3A) FEALA: KT8, (TGF-B.) L K 1 KU Bl T 40 (Th, ) A1 2 %9485 B T 400 (Th,) 22 8] P-4 1)
KR, Fik WA 2014 43 H 20154 5 A 521 62 1 ITP f& 35 (H7 12 W ITP 33 fi] | 1% ¥4 ITP
2941) , LAIFIH 30 44 e ARG 2 VR 0 IR X BRAL . i eC 40 ARG I Treg 40/t NRP-1 23K | BFEX G2
FRH2: (ELISA) 4  1fiL3% Sema3A . TGF-By  IFN-y il IL-4 7K - , S if 58 45 it 4% 2 52 07 (RT-PCR ) A& & J&
I NRP-1,Sema3A .\ TGF-B, mRNA Fik/KT-o 43 5IR FH B R 2 7 22 R ST FEAS ¢ Kz S0 i0E 4T = 41 (8] AT
ZH ] LL %5 , ] Spearman #H 56 22 BT NRP-1.Sema3A . TGF-B, mRNA FikAHEHE, &8 5181k
ITP 20 F1IE 8 XT FR 2 L3¢, B2 W1 ITP 41 Treg 21 i NRP-1 235 FEAR [ 43 511 0 (0.15+0.03) % . (0.33+
0.15)% .(0.46+0.06) % , P < 0.01], Ifi. 3% Sema3A /K F-F &5 [ 5324 (8.10+1.32 ) pg/L . (7.41+£1.30) pg/L .
(2.88+0.82) pg/L, P<0.01], 1Ml 3¢ TGF-P, 7K ¥R AR [ 533 4y (16.50+3.36) ug/L . (35.17+10.26) pug/L
(41.00+10.02)pg/L, P <0.01 ], Ifii 3% IFN-y/KF-F+m [ 43311 (17.2142.80)ng/L . (10.23+1.59 )ng/L . (8.18+
3.27)ng/L, P<0.01], Thy/Th, (IFN-y/IL-4) F A8 TH & (43 514 1.2940.30,0.72+0.16 . 0.61+£0.27, P<
0.01), FrZWr ITP 121 ITP 241 NRP-1.Sema3A mRNA i 32 ik B T 1E % % RZH (P < 0.01) . Hriz b
ITP 41 NRP-1 mRNA 1k 5 Sema3A . TGF-p, mRNA Fik ¥ R IFAIXE, 418 NRP-1 A2 5ITP Y
KL
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[Abstract] Objective To explore the relationship between the expression of neuropilin-1 (NRP-1)
on Treg cells and its ligands semaphorins-3A (Sema3A), transforming growth factor-B, (TGF-B,) as well
as the balance of type 1 helper T cells (Th,) and type 2 helper T cells (Th,) cells. Methods This study
enrolled 62 patients with immune thrombocytopenia (ITP; 33 and 29 newly diagnosed and chronic ITP,
respectively) from March 2014 to May 2015. Consequently, 30 healthy people in the same period were
selected as the normal control group. The expression of NRP-1 in Treg cells was detected via flow
cytometry. The Sema3A, TGF- B, IFN-vy, and IL-4 levels in plasma were detected by enzyme- linked
immunosorbent assay. The real-time polymerase chain reaction technique was used to detect the mRNA
expression levels of NRP-1, Sema3A, and TGF- ;. The one-way analysis of variance and independent
sample t-test was used for comparison between three and two groups, respectively. Correlations among the
mRNA expression levels of NRP- 1, Sema3A, and TGF- 3, were assessed via Spearman correlation
coefficients. Results Treg cells in the newly diagnosed ITP group significantly increased compared with
those in the chronic ITP and normal control groups. The expression of NRP-1 decreased [ (0.15 +0.03) %,
(0.33£0.15)%, and (0.46 £ 0.06) %; P <0.01], the plasma Sema3A level increased [ (8.10 = 1.32) pg/L,
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(7.41£1.30) pg/L, and (2.88+0.82)ug/L; P<0.01], and the plasma TGF-B, level decreased[ (16.50+3.36)
pg/L, (35.17+10.26) pg/L, and (41.00+10.02) pg/L; P<0.01]. Moreover, the level of plasma IFN-y
increased[ (17.21+2.80) ng/L, (10.23+1.59) ng/L, and (8.18+3.27)ng/L; P <0.01], and the ratios of Th,/
Th, (IFN-y/IL-4) increased (1.29+0.30, 0.72+0.16, and 0.61+0.27; P<0.01). The mRNA expressions of
NRP-1 and Sema3A in the newly diagnosed ITP and chronic ITP groups were lower than that in the normal
control group (P <0.01). Consequently, the NRP- 1 mRNA expression was positively correlated with
Sema3A and TGF-B; mRNA expression in the newly diagnosed ITP group. Conclusion NRP-1 played an
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essential role in the pathogenesis of ITP.
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