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Influences of Tongluo Jiunao Oral Liquid on RAGE and A B in rapid aging mice

Gao Aishel, Du Huan2, Fan Yingchang2, Wang Xieyanl (1. School?of?Basic Medicine, Hena university of
Traditional Chinese Medicine, 1 Jin Shui Lu, Jin Shui District, Zhengzhou 450008, China; 2. School of Integrative
Medicine, Tianjin University of Traditional Chinese Medicine, 88 Yu Quan Lu, Nan Kai District, Tianjin 300193,
China)

Abstract To observe the influences of Tongluo Jiunao Oral Liquid (TLJN) on Receptor for advanced glycation
endproducts (RAGE) and the amyloid-f (A B) deposits in a senescence accelerated mouse (SAM) model.
Methods we used healthy male senescence accelerated mouse prone—8 strain (SAMPS) mice that were randomly
divided into model, TLJN min, TLJN max, and senescence—accelerated resistant mouse (SAMRI1) that we used as
a control group. The A 3 deposits were measured using immunohistochemistry. The expression of RAGE were measured
using ELISA and immunohistochemisiry. Results Compared with model group, The TLJN-ireated groups exhibited a
reduction of A3 deposits, and TLJN effectively attenuated A 3 —induced expression of RAGE. Conclusion TLJN might
have protective effects, and could potentially act to attenuate neural injury by influence RAGE- AR in the
pathogenesis of AD.

Keywords: Tongluo Jiunao Oral Liquid; amyloid— ; Receptor for advanced glycation endproducts; senescence
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Figure 1  Expression of AR, of the mice hippocampus in each group
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Figure 2 The OD value of A B 1-40 of mice hippocampus in each

group

IEFO AR
B3 BANMREBIRXMEALR RAGE HRiX

M X 22 RAGE ik B 3 SRR A,
T 25 RO AR AL BURE S X 412 RAGE &
IR AR, ULIR 3. ELISA k6 I iR v 5 2H 21
RAGE B & &, SIEW XTI s, BIAA/INR
X MAHN RAGE EH S EBEENMN (P<
0.01) ; SR Ay, WA . KRR/ R
5 X i 2120 RAGE SIS W R L (P <
0.01), UL 4,

3 g

R AD JRUMBHERE , H DKM, b4
K, PETHGRIKTE. i, SHRL AR
FEZHL . I AL . 30 25 ff B A2 B T AN 1Y) At

BRI A4

Figure 3 Expression of RAGE of the mice hippocampus in each group
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