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sleep apnoea and intermittent hypoxia on cardiovascular and cere—

Protective effect of histone deacetylase inhibitor SAHA on intermittent

hypoxia-induced myocardial injury in mice
Shen Fan Cheng Wenhui Fan Yifei et al
( Dept of Physiology Anhui Medical University Hefei 230032)

Abstract Objective  To investigate the protective effect and mechanism of suberoylanilide hydroxamic acid( SA—
HA) a histone deacetylase inhibitor on intermittent hypoxia-induced myocardial injury in mice. Methods Male
Kunming mice were randomly divided into normal oxygen ( Sham) group intermittent hypoxia( [H) group Sham
+ SAHA group and IH + SAHA group. The mice in IH group and IH + SAHA group were exposed to 4-weeks
intermittent hypoxia 8 h daily. Intraperitoneal injection of SAHA 50 mg/( kg * d)  was given daily in the last 2
weeks of intermittent hypoxia. At the end of the fourth week of the experiment the mice were sacrificed and the ra—
tio of heart weight/body weight and heart weight/tibia length was calculated. The pathological changes of the heart
were observed by HE staining and VG staining. The content of reactive oxygen species ( ROS) in the myocardium

was detected by DHE staining. Results = Compared with Sham group the ratio of heart weight / body weight and



Acta Universitatis Medicinalis Anhui 2019 Jan; 54( 1) *5-

12019 -1-317:25

(GC) ( LM)
8 GC 4
( KEGG)
GC (KGS) .
3198 200 bp
KEGG 6
9 ( MOGAT3. FABP2. FABPI .
APOA4 . NPCIL1. PLA2G2A. ABCGS. PLA2G4A . PLA2G12B)
2 ( LIPF.PLA2GIB) . GC
R 735.2
A 1000 - 1492( 2019) 01 - 0005 — 05

doi: 10. 19405 /j. enki. issn1000 - 1492.2019. 01. 002

( gastric cancer GC)

', GC

( lipid metabo—

lism LM)
2-5
2018 =09 - 12
( : 81472750) ;
( :1508085MH171)
. 1 \2
230022
3 100080
¢ (
) 230031

E-mail: drliuhu@ yahoo. com

> http: //kns. cnki. net/kems/detail /34. 1065. r. 20181230. 1809. 002. html

3 3 14
o GC
( Kyoto Encyclopedia of Genes and Genomes KEGG)
GC LM
( key genes KGS) GC
1
1.1
2017 4 7 ~19 GC GC
8 4
o 3 5 25 ~ 77
(60.1+15.3) & -
6 . TNM 1
B~1B 4 ITA ~MC 4 .
o 0.5h RN-
Alater( Invitrogen ) -20 C
5 cm o
( :20140141) .
1.2
Nanodrop : NanoPhotometer®
Implen : 2100
Agilent ; HiSeq Xten.TruSeq PE
v3-¢Bot-HS lumina  ; NEBNext®
Ultra™ RNA Oligo d( T) 25
NEB : Qubit® 2.0 « Superscript
II TRIzol Invitrogen
; AMPure XP Beck-

heart weight/tibia length myocardial cell cross—sectional area myocardial fibrosis and ROS in myocardium were

significantly increased in IH group. Intervention with SAHA could significantly improve myocardial injury induced

by intermittent hypoxia and ROS increase. Conclusion

SAHA a histone deacetylase inhibitor can improve in—

termittent hypoxia-induced myocardial injury in mice by inhibiting oxidative stress.
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