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Histone Acetylation Inhibits the Expression of Asthma Susceptibility Gene ADRB2.

Abstract Objective To study the effect of acetylation modification regulated by histone deacetylase inhibitors (HDACi) and his-
tone acetyltransferase (HAT) on B, — adrenergic receptor (ADRB2) gene. Methods ADRB2 promoter plasmid (pADRB2 - 1918) was
transfected into BEAS — 2B cells, and sodium butyrate (SoB) and trichostatin A (TSA) were added respectively. Adenovirus E1A - relat-
ed kDa protein (p300) plasmid and PADRB2 - 1918 plasmid were co — transfected into BEAS - 2B cells to acetylate histone in BEAS -
2B cells. The activity of ADRB2 promoter in BEAS — 2B cells treated with SoB, TSA, and p300 was detected by dual - luciferase gene re-
porter assay. SoB and TSA were added to BEAS - 2B cells, or p300 plasmid was transfected into BEAS - 2B cells to acetylate histone in
BEAS -2B cells. The relative expression of ADRB2mRNA in BEAS - 2B cells was detected by quantitative real — time PCR (qRT -
PCR), and the expression of ADRB2 protein in BEAS - 2B cells was detected by Western blot. Results SoB, TSA, and p300 plasmid
were added into BEAS —2B cells, respectively, which participated in histone acetylation in BEAS —2B cells. We found that the activities
of ADRB2 promoter, mRNA, and protein expressions in BEAS —2B cells were lower than those in the control group (P <0.05), and the
Histone acetylation can inhibit the expression of ADRB2 in asthma susceptible

differences were statistically significant. Conclusion

genes.
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F UM U4 B Z (thymic stromal lymphopoietin, TSLP)
e, ' LR EZMA(B, - drenergic receptor, ADRB2)
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2, K p300 ZEA% ok AL AL YL 2] B 4 i S X R4, 48h
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FEAE, TSA o RE A rb v b7 20 i 2 76 AT el 42 28 1k
B

TR S BE NS T R £R 2% HDACH, BE S 5 I I
BLIAR G128 (1 2 T Ak A& i, 665 200 i A 0 30 e e, & 2
20 T, DT R AR R BT R AR BIF9E & B SoB
A G AT 15 5 38 B R 3 e K e )
AE , [7) B 38 2k 1 ) 4 B 2k 2 Tk A I O 8 R M I
B HAT $ A5 F 5 25 0T 43k 6 Fh 2SR p300 J&
T p300/CBP % 1 () —Fl HAT, 5 CBP Z5#4 AH AL,
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