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ABSTRACT Objective To study the effects of Huannao Yicong Recipe (HNYCR) extract on the
learning and memory ability, and the expressions of amyloid precursor protein (APP), B-site APP-clea-
ving enzyme 1 (BACE1), presenilin-1 (PS-1), and beta amyloid protein (AB)in hippocampus CA1 area
of APP transgenic mice, and to explore its mechanisms for treating Alzheimer’s disease (AD). Methods
Totally 3-month-old APP695V7171 transgenic mice were used to establish the AD model in this research.
They were randomly divided into the model group, the Donepezil group, the large dose HNYCR extract
group, the small dose HNYCR extract group, and the normal control group (C57BL/6J mice), 15 in each
group. These animals were gavaged for 4 continuous months. Relevant indicators were detected: Morris
water maze test was used to measure the spatial learning and memory ability. The immunohistochemical
assay was used to detect the expressions of APP, BACE1, PS-1, and AB. Results The times of crossing

FATH  E R QAR EA BB (No. 30873338, No.81173383) ; I KR & # B 24 4135 H (No. 20092X09103 -391)

VERE BT 1 R [ o B R 2 B VG A0 1 Bt 2 A B (b 100091) 52 L 7R 44 75 55 Th it 25 PR e 4 H P9 23 W B (75 &% 266033) 53 b nifb T K241k
TR U RO Y E R 23 % (AL sg 100029)

WIREH .2 3, Tel :010 - 62887973, E-mail : xyhplihao1965@126.com



o E R S A 2 2013 4E 1 45 33 445 1 3 CJITWM, January 2013, Vol. 33, No. 1 - 91 -

the original platform and the swimming time and distance in the fourth quadrant of the 7-month-old APP
transgenic mice were significantly reduced in Morris water maze test, when compared with the normal con-
trol group (P <0.01). The times of crossing original platform and the swimming time and distance in the
fourth quadrant of all treatment groups significantly increased in Morris water maze test, when compared
with the model group (P <0.05). The expressions of APP, BACE1, PS-1, and A in hippocampus CA1 area
of 7-month-old model mice increased significantly (P <0.01), when compared with the normal control
group. The expressions of APP, BACE1, PS-1, and AB in each 7-month-old intervention groups were signifi-
Early application of HNYCR
extract can obviously improve the learning and memory ability of APP transgenic mice that has declined,

cantly reduced, when compared with the model group ( P <0.01). Conclusion

reduce the expressions of APP, BACE1, PS-1, and AR in the hippocampal CA1 area, reduce the production
of AB, and slow down the pathological process of brains in APP transgenic mice.
KEYWORDS Alzheimer's disease; APP transgenic mice;learning and memory ; beta amyloid pro-

tein;B-site APP cleaving enzyme 1 ;presenilin-1;Huannao Yicong Recipe extract
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