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Effects of maFGF on activities of ATPase and SOD, levels of malondialdehyde
and hydroxyl radical in liver tissue of chronic aging rats”
Huang Junjie Wang Caibing » Huang Lijuan , Zhao Shanming . He Xianjiao , Huang Yan feng ,Liang Zuoren

(Laboratory of Applied Physiology »Youjiang Medical University for Nationalities,Baise,Guangxi 533000,China)
Abstract: Objective To study the effects of modified acidic fibroblast growth factor(maFGF) on activities of ATPase and su-
peroxide dismutase(SOD) ,levels of malondialdehyde(MDA) and hydroxyl radical (OH « ) in liver tissue of aging rats. Methods
Aging rat models were established by subcutaneous injection of D-galactose. They were randomly divided into aging model group,
physiological saline control group and maFGF treatment group. Other 10 rats accepted drug-free normal feeding served as normal
control group. Activities of Na' -K " -ATPase,Ca”" -Mg’" -ATPase and SOD, levels of MDA and OH + in liver tissue were meas-
ured. Results In aging model group, activities of Na'-K'"-ATPase, Ca’'-Mg*" -ATPase and SOD in liver tissue of rats were
markedly decreased, while levels of MDA and OH « increased (P<C0. 05). In maFGF treatment group.activities of Na ™ -K"-AT-
Pase,Ca’" -Mg”" -ATPase and SOD in liver tissue of rats were significantly increased, while levels of MDA and OH « decreased
(P<C0.05). Conclusion maFGF exhibit a protective effect on aging rats via reducing free radicals, enhancing ATPase activities and
antioxidant capacity.
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