523 55 1 o E H R AR MR 2 Vol. 23 No. 1
2017 4£2 H Chinese Journal of Otorhinolaryngology — Skull Base Surgery Feb. 2017

= [= oy S
DOI:10. 11798/j. issn. 1007-1520. 201701004 ¢ B — = §";: 99% J|:‘7'_A\":f ©

TR RS L EmEE MK microRNA RIZTER LT

ZRELEE®,.G ALK F,EHE VL FL L KEELH B

(1. AT PEARFF _WEBER LA EH _FER F2BEH, LR &7 210017;2. a7ERATEER
F SRR L FME LR B 210002; 3. LK P ER FEEEA TR &% 210029)

 E: B8 W microRNA FEHEE 5 BR8N R W84 12 W A9 728 7 M 5 R (allergic rhinitis, AR) k¢
725 o P B A% R RE 2R Py (asthma , AS) FREAH R I 3K , 43 BT 728 7P b 4% A6 8 FE R I i I 2K microRNA 19 25 S 35K
Tk EELAR K AR + AS £ 3 4], ffi H] miRCURY LNATM 585 7, 06 8 P 20 A8 37 136 v 25 5% 323K 1) microRNA Jf
HATRIET s Il A S B2 o AT N AL ], 855R 5 AR 4IAHELEE, AR + AS 422 532K microRNA
A7 9 A H AP RE TR 4 A, 3R55 LR 5 A4 FEEEDI B0 7R , DA EHE Wit Fil MAPK {5515 358 F 4
HEME SRR NEE, i 8T microRNA 5 & IR 22 F M35 19 microRNA G AT RERL R AR B HE
B AS 19 5 B AR Wb AR B PR AT BT T3S (FU2 i 75 B alE— AR R 30 E S T e 4P o

X 8O ARNMESA ; PERG s microRNA ; Jffl 2%

RE 4SS R765.21 XERFRIREG : A [ FEE B MEBEMRESMEZE,2017,23(1) :16 - 19]

Changes of plasma microRNAs expression profiles in allergic
rhinitis patients with secondary asthma
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Abstract: Objective To detect the differential expressions of plasma microRNAs in allergic rhinitis (AR ) patients
with secondary asthma (AS) via microRNA expression profile chip technology. Methods Plasma samples were collected
from patients suffering from AR (AR group)and AR patients with secondary AS ( AR + AS group) respectively, and each
group had 3 cases. The plasma microRNAs differentially expressed in AR + AS group were screened out by miRCURY
LNATM chip and analyzed with cluster analysis. Finally, target genes were predicted by biological informatics technology.
Results Compared with AR group, 9 microRNAs were differentially expressed in AR + AS group. Of them, the expression
was up-regulated in 4 and down-regulated in 5. Target gene prediction showed that target genes of adherens junction, Wnt
and mitogen-activated protein kinase ( MAPK) signaling pathways were differentially expressed most predominately.
Conclusion  The differentially expressed plasma microRNAs screened out by microRNA chip technology may be
biomarkers of susceptibility in AR patients to AS and therapeutic targets for this disease.
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