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COPD is a complex and heterogeneous disease that involves a variable degree of parenchymal destruction
and large and small airway disease., Genome wide gene expression profiling or transcriptomics, provides
a global assessment of cellular function and has provided insights to COPD pathogenesis, heterogeneity
and treatment response. In this review we will review the current state of the art transcriptomic studies

and discuss the limitations and future directions for transcriptomics in COPD.
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5. 7|12 A A2l shAet EH Yt

O A g SRS AE AR HaAQl fdx dds SAsks HaAx il 4
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ek A4S TS = ok A e ek TR Al gk 9l Al ARl g ' 7SRl el
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T HAR Az Tl gt g3 Aok 54 AR A2l digh JIAEAIE RS & fle gt
ATt A T 2SRl EEE A U AT oD 54 FAde] gk U] B AR st
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BAIE BA81R= eQIL (expression quantitative trait loci) %-4]9] ¥Hdo] Frglzt)?, o] B3 BAle 74
Ho|7} 54 AR e] wawre] ZolE whgdl weh 1A o= A e A J3ke 713 Holgke 7
stel] AAleh= A o] gt B4 i olet, 53], JAMA|e] ZRRE| 21X|§ FA] Holrt 23dA
o2 QI A HERS sk 7139 cis-eQTLS ZARHE 377F COPDOA] Zlg o] ofn] Lefxl
F34) Holsdl| thel 714 aAe shetl AEshiel. ool R $7-5014 eQIL (conditional-spe-
cific eQTL)-> COPD A} thgh 2kax]59] B5S Yol LOTIT tial Ho[HE 7[Rke2 2kAh 93 offte]
ujz} eQILY] Wakdo] Hebd = 932 502 AXBII. o] 2lolw A AAAS] HAE A1
£ meQTL (methylation-expression quantitative trait loci), T2 Wk 44 o] #A12 A HE pQIL
(protein quantitative trait loci)” 50| ¢+ Fo]n, 717k n|#ell COPD #& dAFole 2182 o= e
o} o] 22 XA} e e HlolH 1t A4S B3l 7S & 5 gId AEESE wiAE Ato]e
WAE ¥3]aL, o yoprt copDell gt ofsiE =Y Fo= 7|ttt
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