2016 4F
29 & 4

I PR I 9 2 2% 5
J Clin Hematol (China)

* 263 -

- IlfE PR U 5T

7 Wy £8 2 S0 JR LB A% 4B i T1L-23/ Th-17 il
FAH R F mRNA 193Kk 5K & L

kA RE ks T ORmE Znfg IR dAme

[HE] B3R 3 A1 JE I B0 40 il (PBMCs) H L4 A 3 23 (TL-23) L 44 R 17 (1L-17) .
iR FE IR T o( TNFo) 4k 4K R F BCTGFR) JFoxp3( Foxp3) JE:F mRNA Y335 & HIG K& X, J7i% ISk
A 5 i 30 4 S5 2R A T4 20 SR (RT-PCRO 43 51 K6 0 68 48] 1 2 A1 301 28 Wiy S8 2% B 60 461 et B 1 A6: % PBMICs v 1L~
23.1L-17. TNFa, TGFB.Foxp3 3K mRNA () Rk [F 0L, I8 — B WL NFE I ME . 45 53R - S50 A1 AH Lo . B2 R
At kAR B PBMCs % 11.-23 F1 TNFa mRNA 383K 7K 3 5 3 48 25 ( P<<0. 05) . TGFB mRNA 3 ik /K ¥ i %
TR (P<<0.05) ;1M 1L-17 .Foxp3 mRNA Fik/KF 2R TG 11248 L (P>0. 05) ; TNFa # ik KFE43501 5 1L-17,
1L-23 S IEA KA, M Foxp3 5 TGFR R IEA e s 1L-23 mRNA 7K 55 8 Wi H 2555 A 0 0 7™ o P8 B8 AR08 s 425 )
TR AT —E Rt . 518 0 1L-23/Th-17 Bl 78 8% Wy 58 E S N 3 72 vp Al e & FRE W ZE 9 23 AE L 11-23 S5 WG 1)
I R B UM G A B g LA T W TS e VA RV AR LE PPN FE A

[ ]  EEmG AR R 23 AAA R 17: MR IRFER F o B ERKEF B

doi; 10. 13201/j. issn. 1004-2806-b. 2016. 04. 001

[(FESES] R256.12 [X#EEEB] A

Expression of IL-23/Th-17 axis and other association genes

in peripheral blood mononuclear cells from asthma patients
ZHANG Yang LIANG Tao XU Yiting WANG Ning
CAI Pengcheng WANG Xiaobei WANG Lin HU Lihua
(Department of Clinical Laboratory, Union Hospital, Tongji Medical College, Huazhong Uni-
versity of Science and Technology, Wuhan, 430022, China)
Corresponding author;: WANG Lin, E-mail:katelinwang@126. com; HU Lihua,E-mail:

@hust. edu. cn

Abstract Objective: To investigate the levels of the mRNA expression of 11.-23, 11.-17, TNFa, TGFB and
Foxp3 gene in peripheral blood monocytes (PBMCs) of asthma patients and their clinical significance. Method:
The mRNA expression of 11.-23, 11.-17, TNFa, TGFB and Foxp3 in PBMCs of 68 asthma patients and 60 healthy

controls were detected using fluorescence quantitative real-time reverse transcription-polymerase chain reaction,
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and the correlation between them were analyzed. Result: Compared to the normal group, the mRNA expression of
11.-23 and TNFa in PBMCs of asthma patients was significantly increased ( P<<0. 05), and TGFB was significantly
decreased ( P<<0.05), while the expression of 11.17 and Foxp3 had no significance between the patients group and
the normal group (P>>0.05). The mRNA expression of TNFa was positively correlated to 11.-17 and 11.-23, so as
TGFB to Foxp3. In addition, the expression level of 1.-23 mRNA was correlated to the duration of disease, dis-
ease severity and disease control in asthma patients. Conclusion:I1.-23/Th-17 axis might play an important role in
asthma inflammation, and 11.-23 may be closely related to the severity of asthma, which is expected as one biomark
of its evaluation and treatment.
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