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Protective effect of salidroside on cisplatin induced acute kidney injury in mice by
TLR4/Myd88/NF-kB pathway
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Abstract: Objective To explore the protective effect and mechanism of salidroside against cisplatin-induced acute kidney injury in
mice. Methods SPF Kunming mice were randomly divided into control group, model group, salidroside group, cisplatin + salidroside
group, with 7 mice in each group. Cisplatin and cisplatin + salidroside groups were ig 150 mg/kg salidroside for 2 weeks, and the
remaining groups were treated with equivalent amounts of saline. Since day 11, model and cisplatin + salidroside groups groups
received 10 mg/kg cisplatin-inducedacute kidney injury model, and the remaining groups were given equal amounts of saline. Scr and
levels, pathological histological changes in kidney, TLR4, Myd88 and NF-kB mRNA and protein expression in mice were measured.
Results Compared with cisplatin group, Scr and BUN levels were significantly decreased (P < 0.05), kidney injury were improved,
and the mRNA and protein expression of TLR4, Myd 88, NF- kB were significantly decreased (P < 0.05). Conclusion Salidroside
has a protective effect on acute kidney injury caused by cisplatin, and the mechanism may be related to the inhibition of the activation
of the TLR4/Myd88/NF-kB pathway.
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Table 1 Primer sequences

LB S1YF5] (5-3")

GAPDH IE[i]: GGCAAATTCAACGGCACAGTCAAG
J<A: TCGCTCCTGGAAGATGGTGATGG

TLR4 1E[f: GAGCCGGAAGGTTATTGTGGTAGTG
J<H: AGGACAATGAAGATGATGCCAGAGC

Myd88  IE[i]: CGGCAACTAGAACAGACAGACTATC

& ): TCTCAATTAGCTCGCTGGCAATG
NF-xB IEM: AGACCCAGGAGTGTTCACAGACC
Jx: GTCACCAGGCGAGTTATAGCTTCAG
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Table 2 Comparison of renal function indexes of each

group of mice ( xts,n=17)
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Xt B — 6.7842.00 5.21+0.68
Y] 10 38.57+30.31° 16.361+8.48"
AR KH 150 5.14+1.86 6.08+0.45
4 4+ 41 & 10+150  16.064+19.92%  9.3016.23%
KH

ER IR "P<<0.05; SHEAUAEL #P<0.05.
*P < 0.05 vs control group; *P < 0.05 vs model group.
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Fig. 1 Histopathological of renal tissue of the mice in each

group (HE staining, x 400)

£3 BIERGES (x+s, n=7)
Table 3 Renal tubule injury score ( xts,n=7)

2H 5 FE/(mg kg ) EANERULIT
pay)is} — 1.14+0.35
7Y 10 3.71+0.45"
Ao N1 150 1.29+0.45
JIBUE + 21 550 R 104150 1.86+0.35"

ExIIRALR: P<0.05; SHAIHNE: *P<0.05.
*P < 0.05 vs control group; *P < 0.05 vs model group.
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2 BENFREAL Mydss. NF-kB. TLR4 mRNA Fik7KFELE ( x+s, n=7)
Fig.2 Comparison of the mRNA expression levels of Myd88, NF-xB, and TLR4 in the kidney tissues of the mice in each

group ( xts,n=7)
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A-control, B-model, C- salidroside, D-cisplatin+ salidroside; “P < 0.05 vs control group; *P < 0.05 vs model group.

B3 RANRIBHLZ Mydss. TLR4. NF-xB EAFRIXKFELE ( x+s, n=7)
Fig. 3 Comparison of protein expression levels of Myd 88, TLR4 and NF- kB in each group ( xts,n=7)
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