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Role of histone acetylation in expression of mucin SAC in
airway of asthmatic mice*

Zhen-zhen Pan', Shi-yao Xu', Jian Zhang®, Qian Wang', Hong-xia Xiang', Ling Li'
(1. Department of Respiratory, 2. Department of Laboratory, Wuxi Children's Hospital,
Wuxi, Jiangsu 214023, China)

Abstract: Objective To investigate the importance of histone acetyltransferase (HAT) activity on the
expression of mucin SAC (MUC5AC) in the airways of asthmatic mice. Methods A mouse model of asthma was
constructed. Peripheral blood was routinely analyzed, alveolar lavage fluid was routinely stained and counted, HE
staining was performed in the lung tissue, and MUCS5AC protein expression in lung tissue was detected by
immunohistochemistry. ELISA was used to determine HAT, histone deacetylase (HDAC) activity, and MUC5AC
level. Then statistical analyses were performed. Results Peripheral blood eosinophil count (EOS) in asthma group
was higher than that of trichostatin A (TSA) treatment group and control group (P < 0.05). Total cells and EOS of
alveolar lavage fluid in asthma group were higher than those of TSA treatment group and control group (P < 0.05).
TSA treatment and asthma group can simultaneously reduce the activity of HAT and HDAC in mice (P < 0.05), but
mainly HAT. MUCSAC levels in the TSA treatment group were lower than those in the asthma group (P < 0.05). HE
staining of lung tissue showed that inflammatory cells in the tract of asthmatic group increased, but significantly
improved after TSA treatment. Immunohistochemical results showed that the TSA treatment group can significantly

reduce the MUCSAC protein content compared with the asthma group (P < 0.05). Conclusion Histone acetylation
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plays an important role in the regulation of airway mucus secretion in asthmatic mice.

Keywords: asthma; histone acetylation modification; mucin SAC
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/N VAIP TR, SREAERFIRE5 SR, A
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payiiee| 14 0.30 £0.24 0.72+0.17 2.40 +1.08
FAE 7.037 6.923 6.909
P 0.036 0.027 0.024

o Q5XHRA LA, P<0.05; @5B4H 4, P<0.05,

2.5 3ZH/NRRIEMUCSAC Rik/KFELLEE 26 MEARRENTREREARNLE

3U/NRUMIE MUCSAC kKL, £5F 261 AZZHE £ & A 48 AB-PAS £ & filfidd
Gt L (F=10.037, P =0.008) ., #E—LWH  ZUHE Y& (o n WL a2 /N BUGE J8 K P, 98 E 40
B, TSAIRITH MUCSAC KIAZKF-(0.38 £0.072) . X EIEZ, T TSAWEIT G U s, (HEm 4 4 £
HREZH /N B MUCSAC 3R3K7KF (0.29 £ 0.130) 448y B AW, 1 AB-PAS 44 (4,75 1] DL Ry /] B
ZH(0.74 £0.015) i, 1 TSA 167 41 5 XF B4 L%, R RAEANMLIZE , TSAJRIT T 98 4 A 3= 11 ek
ZEF G L (P>0.05), B OILE2.3)

TSAVRITA
W s 2 ) DL R LK B, 0 AT % 22 5 TSA YA YT 21 mT LA TE ) Rl b I S8 0 5, % i 4 M 2158 2 s 4L 0k />
B2 3E/INEALNKBENDT (HEZLE x400)

Wi 20 TSAJRITA X HE2H
W2 AT WLASE L R ST IR 5 TSA VAT 4L T AN = 0 ik 2
E3 SHNRKREALFIENDT (AB-PASYL{ x 400)

262 ARG ERALAE  RIEALLEER B Wy 41/ R MUCSAC 41 1k % % 41 1k oD fA
N, BE WG4l MUCSAC B I BHME Rk Th e, M (0.675+0.128) % %f 1R 41 (0.099 +0.134) Tt (P <
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