12 14 Hereditas (Beijing) 2015 4 ,37(4):382—387 .
www.chinagene.cn ‘ﬂ'}aéﬁ

R B R AT A A A% 21 2 5 S AL 1 MRk i 12 Y
PR H

710061

DA THREAE G LB TG IR AL K T R L E BN, XE LI R R MM SD AR 34 A,
a2 1B x¢ B 40 (n = 6) & AR K SMIU 4 1= 4% (Basolateral amygdala, BLA) AT A & A F R 41 (n =28). 7 4 1L
E ff % (Conditioned place preference, CPP)JI M B, AR BLA WA THAF O X BB A ENEE
A(Trichostafin A, TSA) FLJE 7% 445 HE % 5% (10.0 mg/kg), x84 4 F 48 F 4R AR 89 10% — ¥ 3t T 4 (Dimethyl
sulfoxide, DMSO) = 2 A . I & & i B3t 77 i, "G4 iF 5 KB CPP # i J§ BLA W4 & B H3K14 2B ft
0 fin 98 M W 2 & % [ T (Brain-derived neurotrophic factor, BDNF)& & & & AF, BB R, WIEES 10 mg/kg
e B R T2 L CPP, "B, TSABK A4 AA KR g a 25 4 K R &I E®ZH CPP(P<0.0001). "%
wEfu TSA # 6 fF BLA W41 & H3 Z B {1 A 4o BDNF #h & 3k B 2 3 & (P < 0.0001), [ =% = & LA #
FfER. 2REW, KB BLANAZE LBEAAKT S S RBILIZ kA X, 4 BLA NA&Z\ & LB LB
(Histone deacetylases, HDACs)#y & M 7 38 40 4E 1% 5t & R L IZ W W k; KB BLA W BDNF &5 754 iF &
B % RILILH RIF T X B4 E A Bk i .

D KM ERE; RRAMIE MY AFE LB

The role of histone acetylation in the basolateral amygdala in
morphine-associated memory in rats

Xiaomeng Qiao, Fangyuan Yin, Yunxiao Li, Shuguang Wei, Jianghua Lai
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Abstract: To examine the regulatory effect of histone acetylation on memory related molecules, 34 healthy male
SD rats were randomly divided into control and basolateral amygdala (BLA) intracranial positioning operation groups.
In the process of conditioned place preference (CPP) training, Trichostafin A (TSA) was administrated by the route of
BLA and morphine was injected into enterocoelia with dimethyl sulfoxide or saline as control. Expression levels of
H3K14 acetylation and brain-derived neurotrophic factor (BDNF) in BLA were evaluated by Western blotting.The
results showed that CPP could be established by intraperitoneal injection of morphine. Compared with control groups,
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a stronger place preference was established and expression of H3K14 acetylation and BDNF was significantly in-

creased in the group treated with TSA and morphine. In addition, there was a synergistic effect between morphine and

TSA. Our results suggested that the level of histone acetylation in BLA is associated with the formation of morphine

memory in rats. Inhibition of the activity of histone deacetylases in BLA can promote the formation of cue-associated

memory induced by morphine and the involvement of BDNF in BLA maybe was regulated by histone acetylation.
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