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Allicin Inhibits Inflammation Response in Rats with Chronic Renal Failure
SHEN Jin—Feng', HU Liang—Wei*, HU Fang’, YAN Zi-You’,
LI Yun—Sheng', JZHONG Sen', ZHU Hui-Ping'

(1. Wenling First People’s Hospital, Wenling 317500 Zhejiang, China; 2. Jiangxi University of
Chinese Medicine, Nanchang 330006 Jiangxi, China)

Abstract: Objective To explore the therapeutic effect and mechanism of allicin on chronic renal failure in rats.
Methods Fifty SPF SD rats were randomly divided into sham—operation group, model group, low—dose, medium-
dose and high—dose allicin groups, with 10 rats in each group. Except the sham—operation group, the rats in the
rest groups was induced into chronic renal failure model by 5/6 nephrectomy method. After successful modeling,
the low—dose, medium—dose and high—dose allicin groups were given intragastric administration of 10, 20 and
40 mg- kg '+ d™" of allicin, respectively, and the sham—operation group and model group were given intragastric
administration of equal volume of normal saline. The administrations performed once a day for 4 consecutive weeks.
Serum creatinine (SCr) and urea nitrogen (BUN) levels were detected by automatic biochemical analyzer, and
serum interleukin (IL)—1B, IL-6 and tumor necrosis factor (TNF)—a levels were determined by enzyme—linked
immunosorbent assay (ELISA). The histopathological changes of renal tissues were observed by hematoxylin—eosin

(HE) staining and Masson staining. The protein expression levels of Toll-like receptor (TLR) 4, myeloid cell
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differentiation factor (MyD) 88 and nuclear transcription factor (NF) — kB were detected by Western Blot. The
mRNA expression levels of TLR4, MyD88 and NF-kB in renal tissues were detected by real—time fluorescence
quantitative polymerase chain reaction (RT-PCR). Results Compared with the sham—operation group, the serum
levels of SCr, BUN, IL-1B, IL-6 and TNF-a in the model group were significantly increased (all P <0.05),
HE staining and Massion staining results showed obvious pathological changes in renal tissues. The protein and
mRNA expression levels of TLR4, MyD88 and NF-«B in renal tissues were significantly increased (P <0.05).
Compared with the model group, the serum levels of SCr, BUN, IL-1f, IL-6 and TNF-a in the low—dose,
medium— dose and high— dose allicin groups were decreased (all P<0.05), HE staining and Massion staining
results showed that the pathological changes of renal tissues were alleviated, and the protein and mRNA expression
levels of TLR4, MyD88 and NF—kB in renal tissues were decreased, in a dose—dependent manner (all P <0.05).
Conclusion Allicin is effective for inhibiting renal inflammation by inhibiting TLR4/MyD88/NF~- kB signaling

pathway, thereinto delaying the progression of chronic renal failure.

Keywords: allicin; chronic renal failure; inflammation; TLR4/MyD88/NF—kB signaling pathway; rats
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