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Effect of melatonin on ketamine-related renal injury by increasing HO-1"
ZENG Jinjiang ,L.U Yong . NIU Decao , TAN Weiming ,MI Hua”
(Department of Urology .the First Af filiated Hospital of Guangxi Medical
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[Abstract] Objective To investigate the efficacy and mechanism of melatonin in treating ketamine-in-
duced kidney damage involved in oxidative stress injury. Methods Thirty-two male rats were divided into
groups A,B,C and D, then respectively given normal saline,30 mg/kg ketamine,5 mg/kg melatonin, 30 mg/kg
ketamine combined with 5 mg/kg melatonin for 12 weeks. Detected the levels of malondialdehyde (MDA) , su-
peroxide dismutase (SOD) and glutathione peroxidase (GSH-Px) by colorimetry, observed the pathological
changes of the renal tissue by hematoxylin-eosin (HE) and Masson staining, the apoptotic cells were detected
by deoxyribonucleotide terminal transferase labeling ( TUNEL), the expression level of heme oxygenase-1
(HO-1) was measured by Western blot. Results Compared with group A,the levels of creatinine,urea nitro-
gen and MDA in group B significantly increased, while SOD and GSH-Px significantly decreased, the difference
was statistically significant (P<C0. 05). There were inflammatory cells infiltration and multiple focal necrosis
in renal tissue,furthermore glomerular atrophy and interstitial cord were found in group B,even with a large
number of apoptotic cells. Compared with group B, the levels of SOD, GSH-Px and HO-1 increased in group
C,the difference was statistically significant (P <C0. 05), and renal damage was not observed. The level of
MDA in group D decreased, the expression of SOD, GSH-Px and HO-1 increased (P<C0. 05). Inflammatory
cells infiltration, glomerular atrophy, renal interstitial fibrosis and apoptosis reduced. Conclusion Melatonin
treatment could ameliorate ketamine induce renal oxidative injury via activation of HO-1 expression.
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