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(Abstract] Objective To investigate the effects of Danggui—Shaoyao—San (DSS) on improving the learning and memory
ability in APP,,/PS1sy double transgenic (APP/PS1) mice and its mechanism. Methods A total of 30 (APP/PSI) mice were
randomly divided into a model group, a drug group and a positive control group, with 10 mice in each group, and 10 C57BL/6
wild—type mice served as normal control group. The drug group mice were treated with DSS water extract by gavage for 30 days
(containing a dose of crude drug 26 g/(kg -d)). The positive control group mice were given intraperitoneal injection of
farnesyltransferase inhibitor (FT1-277, 25 mg/(kg-d)). The model group and the normal control group mice were administrated the

same dose of normal saline by means of intragastric administration. The learning and memory ability of the mice were evaluated
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by Morris Water Maze test. The B-amyloid protein AR levels and AP plaque deposition were detected by immunohistochemistry

and immunofluorescence. Farnesyltransferase (FT) mRNA expression was detected by qPCR. Results Compared with the normal

control group, the mice in model group showed learning and memory dysfunction. DSS intervention could improve their learning

and memory ability, which was manifested by shortening the escape latency and increasing the number of hidden platform crossing

(P<005). Simultaneously, DSS could effectively reduce the level of AR and the number of plaques in the hippocampus of APP/PS1 mice

(P<0.05). Moreover, the farnesyltransferase mRNA level in the model group was higher than that in the normal group (P<0.05), which

could be down regulated by DSS intervention. Conclusion DSS could inhibit AR plaques in the brain of APP/PSI mice, and

significantly improve the learning, memory and recognition ability. The initial study on its mechanism found that it may be

related to the modification level of protein farnesylation.

(Keywords]) Danggui—Shaoyao—San; cognitive dysfunction; protein farnesylation; B—amyloid
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H C57BL/6 ¥ A RUINEWE A I X R, 25 245 T
DSS VEH |, 45 245 70 AR BN G R S5 %050 i # DA R
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3.0 /NEUK B B R4 BT R S8, KR B S 6 d,
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DSS & 97 I BE 3% 4 /8 APP/PST /) Bk b v AR 390
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0.0~

EFXTRA B §5I!m£ﬂ Fﬁ'ri-lxﬂﬁzﬂ
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DSS # T PR K PS5 (i BEEEmg ), i 2413 AT AR



559 W

ZEE A HIAAT NG APP,JPS 1y e 5 R/ B 2T 1AL 8 ) AL 5 1099

2 HAR S NI 6 R R, 407 #MS i, 15
g b LRI K IR R L DA BRGNS iz B
A F7 M AR IRFE S DAL, TR F IR IR |
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S AD N BUR N AT D BE L TR B A AT
S0 A T S5 25 2 /N B Vi UK BE ) S 25 5 E
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PR 2 B i % R A A EL ft 28 9 B 4B 5 A ol AL 2
]2 2] 50 A Ty RRS, ARSI N T FT 4 5P 4 ) 55
T, W ARERCE APP/PST /N B 2 21 042 ) 1
R 5 X B AR AKCF, S AT Z, SR — 2, [F I, DSS
T RERE AL APP/PST A5 70 /N BRI Sh 41 40 FT 1 3 K]
FARIKF Bk DSS A fig o 52 e 2 ik e SR A
KO BEAG AR A2 B, B N AT RE
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