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ABSTRACT Objective: To explore the effects of renal ischemia-reperfusion injury (RIRI) on the TLR2 signaling pathway and the
role of TLR2 in RIRI. Methods: Twenty-one Wistar rats were randomly divided into sham operation group (Sham), renal ischemia reper-
fusion model group (I/R) and T2.5 treatment group (T2.5). After 24 hours of ischemia-reperfusion, heart blood and left kidney tissue were
collected. Pathological analysis of renal tissue was observed, and serum creatinine (Cr) and blood urea nitrogen (BUN) were detected by
kit. Inflammation and oxidative stress of renal tissue were detected by enzyme-linked immunosorbent assay (ELISA) and Western blot
analysis. Results: Compared with the sham group, the renal tissue of the model group showed obvious damage, and the renal structure of
the T2.5 group performed well, the difference was statistically significant (P<0.05). Compared with the sham group, the Serum Cr and
BUN levels significantly increased in the I/R group, while T2.5 inhibited that increase of serum Cr and BUN and reduced renal damage
of I/R rats (P<0.05). Compared with the sham group, the relative expression of TLR2 and TLR4 significantly increased in the renal tissue
of the I/R group, while T2.5 regulated TLR signaling pathway by inhibiting that increase of TLR2, TLR4 in injured renal tissue (P<0.05).
Compared with the sham group, the expression of NF-kB and its phosphorylation both significantly increased in the I/R group (P<0.05).
T2.5 significantly down-regulated the phosphorylation of NF-kB in I/R rats (P<0.05), while had no significant effect on NF-kB expres-
sion (P>0.05). Compared with the sham group, the concentrations of pro-inflammatory factors IL-6, IL-18 and TNF-« significantly in-
creased in the renal tissue of I/R group(P<0.05). T2.5 can promote the inflammation of I/R rats by down-regulating IL-6 and IL-1 levels
(P<0.05), while had no significant effect on TNF-a level (P>0.05). Compared with the sham group, the SOD activity significantly de-
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creased in the I/R group, T2.5 significantly reversed this decreasing by upregulating SOD activity(P<0.05). MDA activity in the I/R group

was significantly increased than sham group (P<0.05), while T2.5 had no significant effect on MDA activity in I/R rats (7>0.05). Conclu-

sions: TLR2 promotes inflammatory response and oxidative stress in ischemia-reperfusion injury by activating TLR signaling pathway,

up-regulating the phosphorylation of NF-«kB, further regulating the release of pro-inflammatory factor and activity of antioxidant en-

Zymes.
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Fig.1 Histopathological examination of the renal tissues and damage score

Note: (a) Histopathological examination of the renal tissues(x 400); (b) Damage score; Compared with sham group,

*P<0.05; Compared with I/R group, “P<0.05.
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Fig.2 The change of Serum Cr and BUN levels
Note: Compared with sham group, *P<0.05; Compared with I/R group, *P<0.05.
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P<0.05; Compared with I/R group, “P<0.05.
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Note: (a) Protein bands of TLR2, TLR4, NF-«kB and p-NF-«B in each group; (b) TLR2; (c) TLR4; (d) NF-kB; (e) p-NF-kB; Compared with sham group,
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Fig.5 The change of SOD and MDA activity

Note: (a) SOD; (b) MDA; Compared with sham group, *P<0.05; Compared with I/R group, “P<0.05.
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