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ABSTRACT Objective: To analyze let-7a expression in patients with asthma and explore the bio-function of let-7a on the imbalance
of T cell subsets in asthma. Methods: 39 patients with asthma and 19 non-asthma control were recruited in this research. The expression
of let-7a was analyzed using Real-time PCR. The naive T cells were separated with magnetic beads, and then differentiated into Th1, Th2
and Th17 cells under cytokines stimulation in vitro, respectively. IL-13 and IL-17 were further detected with ELISA after let-7a mimic
was transfected into Th2 and Th17 cells. Results: Compared with control group, let-7a was down-regulated in lung tissue and serum in
patients with asthma. At the same time, the expression of let-7a was decreased with the development of asthma progression. Furthermore,
let-7a expression was decreased in CD4'T cells in patients with asthma than that in control group. Interestingly, let-7a was significantly
down-regulated in Th2 and Th17 cells from either patients with asthma or the differentiation in vitro, whereas let-7a expression had no
significant change in Th1 cells. Let-7a inhibited IL-13 secretion in Th2 and IL-17 in Th17 cells, respectively, indicating that let-7a had an
important role on the function of Th2 and Th17 cells. Conclusions: Down-expressing let-7a in asthma regulated the imbalance of T cell
subsets and altered the function of Th2 and Th17 cells. Thus, let-7a may be an ideal bio-marker for asthma diagnosis and therapy.
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Fig.2 Expression of let-7a in Th cells of asthma patients
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Fig.3 Expression of let-7a in induced Th cell associated with asthma
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Fig.4 Effect of let-7a on the cell function of Th2 and Th17

] R 5 e — o LR o IMLI o ) A A s mT A N )
WO R 256 SR 1 1 308 . JoRA 30 AR I AE o
TP ANECN EERG (AR YT B HEBT 8 5, e R 2 W kY
JiEERl . miRNAs Ak 1 B & BRS04 5 e PR e
KRR, 2 BRI R R R, i et B s 14 R
GLp e, PR o IR miRNAs, N E SR 5% &L
TR ST, WRBRRIZW . BT ERSE . IR R,
miRNAs( {1 miR-21 . miR-146 let-7a 45 )7E Bt rp S 3601
25T B R R AR RN R FT LAVE s i A bR i . AT
S IRATTRI T let-7a 75 B2 Wi £ 35 (19 3R 3A /K7, 25 R W
let-7a £E RN B IZHSURN MG h 2 ILFRIL, i HIEE e
HIE R, let-Ta F) IR FHZ FEAR, 327K let-7a A B2 ii2 Wi
ARUEYIREY) X —45 85 DL HRiE —30,

W S FH 2 FPANI S AR 7 2 5 g MR RE, £
FI R B S N S AE RS TR B AUt R AR
HHA R 1gE MURELA K T R B2 IR I , $ 8 i S of 75 22 i
B B AR o A T Ik E AN & 2 AN s I
IEWTTEDIRE, BREARY —AERA, T Thl,
Th2 . Th17 FI Treg SN [RIERE , 75 g8 R 225 Rk 80P s g v
FEE AR AW E R . TERERG T, T bk B 240 MO P (Thl/Th2/
Th17/Treg) Ny RAFIRAS , JE W & AL ) EZ IR R R, AHT
GEATHT T let-Ta TERENG BH CDA'T WA A2k, R ILH:



- 2832 -

DREYESHE www.shengwuyixue.com Progressin Modern Biomedicine Vol17 NO.15 MAY.2017

SR TP A RIB G PR let-Ta Al RES S T
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FROG, P P 1, e i R0 P DG B 031 , AT S Iy 12
IRITHOETERL . O SCIRIEY, let-7a RS IL-13 AYmRNA
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