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[Abstract] Histone acetylation is one of the main mechanisms of epigenetic regulation, co-regulated by his-
tone acetyltransferases (HATs) and histone deacetylases(HDACs). HDACs can deacetylate lysine residues of his-
tones and non-histone proteins, regulating almost all biological processes in cells. Many experimental models have
confirmed that HDACs are closely related with the pathogenesis of neurodegenerative diseases (NDs) through regu-
lation for deposition of aggregate-prone proteins, mitochondrial function, oxidative stress,etc. In NDs, histone acety-
lation homeostasis is disrupted, shifting towards hypoacetylation. Recently, a growing number of studies have
raised the possibility that histone deacetylase inhibitor(HDACi) could be used to treat some DAs. In this review,
we discuss the latest research progress on the comprehensive role of HDACs in pathogenesis of NDs and the possi-
ble therapeutic target for treating some NDs.
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light chain 3, LC3)"" A %075 5 AL #F B W5 A9 &
A TR S E R SR A PR 11 . HDACA & T
Il a2 HDACs, n] L7 20 5 AN 4 i i 2 [m) #% 2,
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SIRT3 if RE 18 1 4 11 p53-Parkin 4545, BHL K Parkin (1)
2y AN VAR

AD R AL 5 A RO G, B fBin T al
Tl PR 2 TCIRA T HERG AR , B 1k AD 3 i 2 0 4]
PR A0 K BORE (CeNPs) FEMAR S AL S RS b 7R
T3 A U A A A T L B TR AR I
ATt 1 (superoxide dismutase 1,SOD1 VEEFE IR /N B Y
FE1E 2 SIRTI AL 3@ 2L 35 PGC-1a s ZTEAE , 4T
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