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[ Abstract] Objective To investigate the effect and mechanism of capsaicin on renal ischemia-
reperfusion injury in rats. Methods Forty healthy male SD rats weighing 200 - 250 g were randomly
divided into 4 groups (n= 10) ; sham operation group (group S), ischemia-reperfusion group (group IR)
,capsaicin treatment group ( group CAP) and both capsazepine and capsaicin treatment group ( group CPZ).
The renal ischemia-reperfusion injury model was established by clamping bilateral renal pedicle for 45 min
and reperfusing for 24 h. Rats in the group CAP and group CPZ were administrated with capsaicin 30mg/kg
via intraperitoneal injection 30 min before renal ischemia. Rats in group CPZ were treated with capsazepine
20 mg/kg 15 min prior to administration of capsaicin via intraperitoneal injection.Rats in group S and group
IR were administrated with saline. At 24 h after reperfusion, the blood sample was obtained to detect the
level of serum concentration of creatinine ( Cr), blood urea nitrogen ( BUN), tumor necrosis factor-a
(TNF-a) ,interleukin-6 (IL-6) and interleukin-10 (IL-10).Renal tissue was obtained to observe the patho-
logical changes (via HE stain) , the apoptotic rate (by TUNEL) and expression of Janus kinase 2 (JAK2) ,
signal transducer and activator of transcription 3 ( STAT3), phosphorylated Janus kinase 2 ( P-JAK2),
phosphorylated signal transducer and activator of transcription 3 ( P-STAT3) and caspase-3 (with Western
blotting) . Results Compared with group S, the levels of Cr, BUN, IL-6, TNF-«, IL-10 and the expres-
sion of P-JAK2/JAK2, P-STAT3/STAT3, caspase-3 were increased significantly. Besides, tubule epithelial
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cells showed drfferent degrees of swelling, vacuolow degeneration, brush margin shelding, part of the

tubular cavity diluted, renal tubular damage score and Al were significantly increased in group IR (P <
0.05). Compared with group IR and CPZ, the levels of Cr, BUN, IL-6, TNF-a and the expression of P-
JAK2/JAK2, P-STAT3/STAT3, caspase-3 decreased significantly( P < 0. 05). Renal tubule inijury allevi-
cated significantly. Renal tubular damage score and Al in group CAP decreased significantly (P < 0.05)

and IL-10 increased significantly (P < 0.05). Conclusion Administration of capsaicin alleviated renal TRI

which might attenuate inflammatory responses via 1L-6/JAK2/STAT3 signaling pathway.
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