FI8EH 6 T E Y RILFLE Vol.18 No.6
2016 4F 6 H Chin J Contemp Pediatr Jun. 2016
doi: 10.7499/j.issn.1008-8830.2016.06.019
g

W W 339 1 4 D) 7L 0l e (4 Rk DA 2 s PEWIE ST 0L Jié

I Eik
(P RFHRIEERILE, #d KV 410008)

Aok WA

[ ] Bemaityr 259 A ol i 1 R N 2 25V E DTS R it B G 25 B i) D7 1, N R N 4 SRR 5
(GWAS) | IEHENHITE (CCS) | FENAMF . RATEERIMT B THrER KB . B I 5 I iy
BER DR RNZ BN (SNPs ) BRE RGP FRUNTTS , U i i e i ok . BIFEI
A, FES R IBES P, M SEELNMAAB RS T o B Y 2 B0R) T 2GR B2 2GR . B BURER . H
VR SRS SOk SR i i 245 90 ) LR e 2 AL S AT R BUCRA—ZRIA, IRk Y
W Wi A 2 BRI ST B Bt — 2 IO S, (AT 9 AL B T BB B RSB

[ FELRILRIZE, 2016, 18 (6) : 567-573 ]

[ RG] Whi; L2580 2R MRLEST
Research advances in gene polymorphisms in biological pathways of drugs for
asthma

GUO Dan-Dan, ZHENG Xiang-Rong. Department of Pediatrics, Xiangya Hospital, Central South University, Changsha
410008, China (Email: zxr 168@]126.com)

Abstract: The studies on gene polymorphisms in biological pathways of the drugs for the treatment of asthma
refer to the studies in which pharmacogenetic methods, such as genome-wide association studies, candidate gene
studies, genome sequencing, admixture mapping analysis, and linkage disequilibrium, are used to identify, determine,
and repeatedly validate the effect of one or more single nucleotide polymorphisms on the efficacy of drugs. This can
provide therapeutic strategies with optimal benefits, least side effects, and lowest costs to patients with asthma, and thus
realize individualized medicine. The common drugs for asthma are 2 receptor agonists, glucocorticoids, and leukotriene
modifiers. This article reviews the research achievements in polymorphisms in biological pathways of the common
drugs for asthma, hoping to provide guidance for pharmacogenetic studies on asthma in future and realize individualized
[Chin J Contemp Pediatr, 2016, 18(6): 567-573]
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medicine for patients with asthma soon.
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CYP3AS5/CYP3A7 5 ICS( W APEFEERAS ) () 52EK,
KIL CYP3A4 FE[H 22 f G FE R S 2 8 5iRYT
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