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Abstract: Objective To investigate the effects of tenuifolin on low-density lipoprotein receptor-related protein-1( LRP1)
level in liver tissues of Alzheimer's disease (AD) model rats. Methods Sixty SD rats were randomly divided into normal
group ,model group and tenuifolin low-,middle-, high-dose groups (n =12 each). The B-amyloid protein (AB),., was in-
jected into rat right hippocampus CA1l region by brain stereotactic technique to establish AD model in each group except for
normal group. In tenuifolin low-, middle-, high-dose groups, gavage administration of tenuifolin of 16,32 ,64 mg/kg were re-
spectively given for four weeks. After this, Morris water maze behavioral test was used to detect the learning and memory a-
bility of rats. Then,rats were killed. Taking 6 rats in each group,the expressions of LRP1 mRNA and LRP1 protein in liver
tissues were respectively detected by real time quantitative polymerase chain reaction ( Real-time PCR) and Western blot
methods. Results Morris water maze test showed that (1) learning and memory ability in model group was significantly
lower than that in normal group(P <0.01) ;(2) compared with model group,the escape latency periods were shortened in
different degrees;the swimming distances were reduced;the number of passing through virtual platforms increased after
treatment with gavage administration of tenuifolin in each tenuifolin dose group, and there were significant differences in
them between middle-, high-dose groups and model group(all P <0.01). Real-time PCR and Western blot methods showed
that (1) the relative expression quantities of LRPImRNA and LRP1 protein in liver tissues of model group were all signifi-
cantly lower than those in normal group(all P <0.01);(2) after treatment with tenuifolin, the relative expression quanti-
ties of LRPImRNA and LRP1 protein progressively increased with the increase of tenuifolin dosage in each tenuifolin dose

group(all P <0.01),and their expression levels in middle-dose group and high-dose group were respectively higher than

DOI.

10. 13429/j. cnki. cjer. 2017. 04. 011

EE€WB: maiRHI R (201503059)
WIEE . A, E-mail: 421457626@ qq. com



472 o B I FRAFSE 2017 45 4 H %530 #4554 ] Chinese Journal of Clinical Research, April 2017, Vol. 30, No. 4

those in model group for pairwise comparison except for low-dose group (all P <0.01). Conclusion Tenuifolin can im-

prove learning and memory ability of AR, _,, induced AD rats possible through increasing the content of LRP1 in liver tis-

sues.
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