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Abstract: Objective  To evaluate the roles of various cytokines, histone acetyltransferase (HAT) and histone
deacetylase (HDAC) in the pathogenesis of bronchial asthma. Methods BALB/C mice were randomly assigned
to control, untreated asthma, hormone treatment and TSA treatment groups. Bronchial asthma was induced by
intraperitoneal injections and atomization inhalation of ovalbumin (OVA) in the asthma, hormone treatment and
trichostatin (TSA) treatment groups. The mice in the hormone treatment and TSA treatment groups were administered
with dexamethasone 1.0 mg/kg and TSA 1.0 mg/kg respectively by an intraperitoneal injection 30 minutes before
challenge of asthma. At 24 hours after the last challenge, IL-4, IL-8 and IFN- levels in serum were measured using
ELISA, and activities of HAT and HDAC in peripheral blood mononuclear cells (PBMC) were determined by the
enzyme linked immunofluorescence assay. Results  The serum levels of IL-4 and IL-8 in the untreated asthma group
were higher than in the control, hormone treatment and TSA treatment groups (P<0.05). There was no difference in
the serum levels of IL-4 and IL-8 among the control, hormone treatment and TSA treatment groups (P>0.05). The
activity of HDAC in the untreated asthma group was lower than in the control, hormone treatment and TSA treatment
groups (P<0.05). Hormone treatment significantly decreased the activity of HAT compared with the untreated asthma
group (P<0.05). There was no difference in the activities of HAT and HDAC among the control, hormone treatment
and TSA treatment groups (P>0.05). Conclusions The decreased activity of HDAC leads to an increased secretion of
inflammatory factors and thus induces asthma. [Chin J Contemp Pediatr, 2015, 17(6): 629-633]
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