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[Abstract] Objective To explore the action mechanism of icaritin (ICT) on f-amyloid (ABR) production-
related pathways. Methods Liposomes with overexpressed amyloid precursor protein lyase 1 (BACEL) plas-
mid were transfected into APP-PS1I-HEK293 cells, which were divided into the control group (iso-volume sol-
vent without added drugs), the ICT low-dose group (0.5 pmol/L), the ICT medium-dose group (5. 0
pmol/L) ,and the ICT high-dose group (10. 0 pmol/L). Western blot, ELISA and quantitative PCR were used
to detect the effect of ICT on AB,,,» BACEL, presenilin 1 (PS1) and integrin metalloproteinase 10
(ADAMI10). Results The content of AR, was (122.110+10. 900),(95. 86045. 309) and (79. 61044, 739)
pg/mL in the ICT low-dose, mediam-dose,and the high-dose group.respectively, which were significantly low-
er than that of the control group [(134.33+5.221)pg/mL,P<(0.05],respectively. The mRNA expression of
BACE1 was 2.140+£0.042,1.510+£0. 081 and 1. 170£0. 061 in the ICT low-dose, mediam-dose,and the high-
dose group, which were significantly decreased when compared with the control group (3.300=+0. 036, P <<
0. 05) ,while the mRNA expression leve of PS1 was 1. 570£0. 080, 1. 37040. 078 and 1. 070%0. 065, respectively,
which were also reduced when compared with the control group (2. 14040. 044, P<C0. 05). The ADAMI10 mRNA
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expression was 0. 840£0. 079,1. 150+0. 026 and 1. 52040. 080 in the ICT low-dose, mediam-dose,and the

high-dose group,respectively, which were increased when compared with the control group 0. 580=+0. 033, P <

0. 05. Compared with the control group,the protein expression levels of BACE1,PS1 and ADAM in the medi-

um-dose and the high-dose group were significantly different (P <C0. 05). Conclusion

ICT can down-regulate

the expression of BACE1, PS1 and up-regulate the expression of ADAMI0, and takes part in regulating the

pathway of AB production.
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e JF31 (5'-3D P (bp)

BACE1 forward GCGGGAGTGGTATTATGAAGTG 101
reverse CCACGATGCTCTTGTCATAGTT 101

PS1 forward GAGCCCTGCACTCAATTCT 113
reverse CCAGGCATGGATGACCTTATAG 113

ADAMI10 forward CAGGAAGCTCTGGAGGAATATG 121
reverse GAGACTTTGGGAGGTACATGAG 121

GAPDH forward GATGCTGGTGCTGAGTATGT 104
reverse GCGGAGATGATGACCCTTT 104

1.2.5 Western blot
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*2 ICT 3 ABERFEZEE mRNA RIEHFM (= £5)
i H X B 4 ICT &7 & 41 ICT i) 41 ICT & 7 i 4
BACE1 3.300+0. 036 2.140+0. 042" 1.510+0. 081" 1.17040. 061"
PS1 2.14040. 044 1.57040. 080" 1.37040. 078" 1.070£0. 065"
ADAMI10 0.5800.033 0.84040.079 " 1.150+0. 026" 1.52040.080"

" P<<0.05, 5XTRELL L EL .
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