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Effects of hedysari polysaccharide on expressions of o —SMA “and"tubulointerstitial injury in kidney tissue of db/db diabetic mice
MA O Mingfeng, LEI Wenhui, ZHOU Limei, et al. Department of Nephrology, Lishut Municipal Central Hospital, Lishui 323000, China

[ Abstract ] Objective To investigate the effects of hedysari polysaccharide (HPS) on the expressions of o —~SMA and
tubulointerstitial injury in kidney tissue of db/db diabetic mice. Methods Thirty two diabetic db/db mice were randomly divided
into 4 groups with 8 mice in each group: diabetic model group, HPS high—dose group, HPS medium-dose group and HPS
low-dose group; in addition, 8 non—-transgenic db/m’'mice served as the normal control group. HPS high—, medium- and low- dose
groups received intragastric administration of HPS 400, 200 and 100 mg/ (kg-d) respectively. The mice in the normal control group
and diabetic model group were given the same volume of 0.9% saline by gavage. All mice were sacrificed after 8 weeks of
continuous intragastric administration, and kidney tissues were harvested. HE staining was used to observe the pathological
changes of kidney tissues,“and. the degree of tubulointerstitial injury in kidney tissues was compared among groups.
Immunohistochemical staining and Western blot were used to evaluate the expression of a —SMA in kidney tissues. Results
There were significant differences in the degree of renal tubulointerstitial injury among 5 groups of mice (P <0.05). The renal
tubulointerstitial injuryswasthe most serious in diabetic model group, and the renal tubulointerstitial injury was the least in HPS high
dose group, except for the normal control group. The positive rate of a —~SMA expression in kidney tissues of mice in 5 groups was
significantly different (P<0.05). The positive rate in high dose HPS group was significantly lower than that in diabetic model group
(P<0.05). Compared to normal control group, the expression level of a—SMA in other 4 groups were higher(all P<<0.05), which were
ranked, fromhigh to low: diabetic model group, low HPS group, medium HPS group and high HPS group (all P<<0.05). Conclusion
Hedysari polysaccharide reduces the expression of o« —=SMA in kidney tissue and protects kidney from tubulointerstitial injury in
diabetic db/db mice.
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