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Effect of hot water extracted Lycium barbarum and Rehmannia
glutinosa on carbon tetrachloride-induced liver injury in rats
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This study investigated the effects of hot water extracted Lycium barbarum and
Rehmannia glutinosa (HE) on hepato- pathological examination, liver functions, lipid
metabolism, antioxidative function, as well as inflammation and fibrosis in male
Sprague Dawley rats with carbon tetrachloride (CCl4)-induced liver injury. Rats (n =
10 per group) were randomly divided into: normal diet + peritoneal injection of olive
oil (normal), normal diet+CCl4 injection (CCl4), 1 HE (0.05% HE for each)+CCl4
(17 HE), and 3 HE (0.15% HE for each)+CCl4 (3? HE) groups. Hot water
extracted Lycium barbarum and Rehmannia glutinosa were given in the 1 HE and
3 HE groups a week prior to the induction of liver injury. Rats were injected with

CCl4 once a week for 7 weeks. The results showed that plasma triglycerides



decreased significantly after rats were given HE for one week. Both 1 and 3

HE treatments for 8 weeks decreased not only plasma GOT and GPT activities, but
also triglyceride contents. The 3 HE treatment reduced liver cholesterol contents.
The pathological examination showed both 1 and 3 HE diminished necrotic
hepatocytes, chemoattraction of inflammation cells, and fibrosis. Both 1 and 3
HE treatments reduced tumor necrosis factor- ¢ (TNF- « ) and interleukin-1 (IL-1
/3) . The 1? HE treatment increased interleukin-10 (IL-10) contents. Both 1? and 3?
HE treatments suppressed transforming growth factor-f1 (TGF-B1) concentraction.
However, HE did not affect plasma cholesterol, hepatic fat accumulation, hepatic total
antioxidant status, and lipid peroxides. Therefore, HE can decrease CCl4-induced
liver injury rats plasma GOT and GPT activities, and prevent liver injury and

fibrosis by down-regulation of inflammation.



