Chinese Journal of New Drugs 2023,32(9)

T2 s R MEAR ™ VR AR 8 e
(1 FARERKAFFHRZER, T EE 050011; 2 T FFERFRER,KKT 075000; 3 i ARER
A NR,ERKE 050051; 4 MAERKFWERFHAE, B XL 050017; 5 THEMK¥E —EK,
H R JE050030; 6 gHEMAFERERTLER, A KE 050024)

[(HE] hEMHAmESR(VC) EXRENOEREXAEMXARERIEN —HAAmERRE, T%
e REME NNy ERUAREEN R ABRPATHENER, "EHXXA I LERBER, DL3-ET H
KEB(NBP) R — M T H TR EMEHAEBRNAY G ELHETHEERE RAMZRBH K.
AT EEE AEARATS, TRAKEWEHENIER, K5, X T DL3-ETEKBET &K
AN EREERANF N XHREAEREL L , AT RS EMERARKIAN — & DL3-E T £ KB K E %77 1E A
RN EEREREINFHAHATRAER, WP XL ER A ERNARRESL T,

(%447 ] DL-3-1FE T 3 ¥ Bk, fn 4 M A & [ 3 ; PI3k/Akt {5 B & ¥ ; Shh/Pichl & & & % ; INK/p38
MAPK 15 5 i# %

[HE4%KE] RI64 [ XHkEREM] A [XEHES] 1003 -3734(2023)09 - 0902 - 04

The signal pathway involved in the treatment of vascular cognitive
impairment in rats by butylphthalide

REN An-ge-shuo'’,GAO Ya-ran™* XU Li-li>* ,HU Ming’*°
(1 Graduate School of Hebei Medical University, Shijiazhuang 050011, China; 2 Graduate School of Hebei
North University, Zhangjiakou 075000, China; 3 Department of Neurology, Hebei Provincial People’s Hospital ,
Shijiazhuang 050051, China; 4 Department of Neurology, Hebei Medical University, Shijiazhuang 050017,
China; 5 The First Hospital of Hebei Medical University ,Shijiazhuang 050030, China; 6 Xuanwu Hospital,
Capital Medical University, Hebei Hospital ,Shijiazhuang 050024, China)

[ Abstract] Vascular cognitive impairment ( VCI) refers to a group of cognitive disorders caused by cerebro-
vascular disease or its related risk factors. The main clinical characteristics include cognitive dysfunction, with
reduction of attention, memory and executive ability, and in severe cases, vascular dementia. DL-3-N-butylphthalein
(NBP) is used to improve vascular cognitive impairment. It can increase the survival number of hippocampal neurons,
promote synaptic formation, facilitate cerebrovascular regeneration, regulate cell apoptosis, thus exert a therapeutic
effect of nerve function improvement. In recent years, more and more literatures was reported on the mechanism of
NBP in the treatment of vascular cognitive impairment. This article will systematically elaborate the signal pathway
and mechanism involved in the treatment of NBP that have been found so far, so as to provide reference and support for
the further research on the prevention and treatment of vascular cognitive impairment.
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