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Effect of TRPV1 agonist capsaicin on hepatic ischemia-reperfusion injury in rats and its mechanism. L/ Fez,
WANG Chen. Department of General Surgery ', Department of Internal Medicine °, Changning Hospital of Traditional
Chinese Medicine, Changning 644009, Sichuan, CHINA

[Abstract] Objective To study the protective effect and mechanism of TRPV1 agonist capsaicin on hepatic
ischemia-reperfusion injury (IR) in rats and its mechanism. Methods Thirty experimental rats were randomly divided
into the sham operation group (Sham group), the ischemia-reperfusion injury (ischemia-reperfusion, IR) group, and the
capsaicin preconditioning group (capsaicin, CPS), with 10 rats in each group, by douple blind methods. The IR model of
70% rats was established by clamping the left and middle lobe liver pedicle, and the drug was given before the operation.
After reperfusion for 2 h, the serum levels of aspartate aminotransferase (AST), alanine aminotransferase (ALT), and lac-
tate dehydrogenase (LDH) was measured by ELISA. TUNEL was used to detect the apoptosis index (apoptotic index,
Al) of the liver. Western blotting was used to detect the expression level of the transient receptor potential vanilloid 1
(TRPV1), phosphorylated TRPV1 (p-TRPV1), B lymphoma—-2 (BCL-2), extracellular signal-regulated kinase (ERK),
phosphorylated ERK (p-ERK), Bel-2-related X protein (Bax), and Caspase—3 in the liver. HE was used to examine the
pathological injury of liver. Results The serum expression levels of AST, ALT, and LDH in IR group were (158.14+
21.15) U/L, (327.78+36.43) U/L, (577.94+68.31) U/L, significantly higher than (66.19+6.58) U/L, (155.36+15.81) U/L,
(254.76+38.69) U/L in CPS group (P<0.05). The hepatic injury score in IR group was 3.50+0.10, significantly higher
than 1.50+0.20 in CPS group (P<0.05). The Al in IR group was 80.00+15.00, significantly higher than 35.00+7.00 in
CPS group (P<0.05). In addition, the gray scale ratios of p-TRPV1, BCL-2, and Caspase-3 in IR group were 0.35+0.09,
0.14+0.04, and 0.27+0.05, significantly lower than 0.57+0.12, 0.484+0.06 and 0.56+0.16 in CPS group with statistically
significant differences (P<0.05); The gray scale ratios of p-ERK and Bax in IR group were 0.42+0.09 and 1.34+0.27, sig-
nificantly higher than 0.15+£0.06 and 0.85+0.17 in CPS group (P<0.05). The gray scale ratios of TRPV1 and ERK in IR
group were 0.69+0.20 and 1.27+0.20, versus 0.76+0.21 and 1.16+0.31 in CPS group (P>0.05). Conclusion TRPV1 ago-
nist capsaicin has good anti-IR effect, and its mechanism may be related to suppressing ERK mediating apoptotic signal.
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