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[ Abstract] Objective To investigate the changes in proton translocation across mitochondrial
membrane and hepatic mitochondria membrane fluidity of rats with hepatic fibrosis under the intervention of
notoginsenoside Rgl , in order to provide detailed experimental and theoretical basis for the clinical applica-
tion of notoginsenoside Rgl. Methods 72 Wistar rats were randomly divided into control group, carbon
tetrachloride (CCl,) group, model group and notoginsenoside Rgl group, and with 24 rats in each group.
All the rats received gavage administration with 5% CCl, solution (5 mL/kg) in addition to the control
group, and rats in notoginsenoside Rgl group received intraperitoneal injection with notoginsenoside Rgl (5
mg/kg) based on the gavage administration. The change of proton translocation across mitochondrial mem-
brane of rats with hepatic fibrosis was observed dynamically by using steady-state fluorescence probe tech-
nique. The change of hepatic mitochondria membrane fluidity and the viscosity of membrane were observed
by using fluorescence polarization methods. Results (1) Compared with control group, the ability of pro-
ton-translocation across mitochondrial membrane in hepatic was declined significantly of rats in model group

(P<0.01). There was no significant difference in ability of proton-translocation across mitochondrial
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membrane in hepatic of rats between control and notoginsenoside Rgl groups (P >0.05) , while the differ-
ence was significant between model and notoginsenoside Rgl groups (P <0.01). (2) Compared with con-
trol group, the mitochondrial membrane fluidity of rats in model group was declined significantly (P <
0.01), and the membrane viscosity was increased significantly (P <0.01). Compared with model group,
the mitochondrial membrane fluidity of rats in notoginsenoside Rgl group was increased (P <0. 1), while
the membrane viscosity was declined significantly (P <0.01). Conclusion One of the important causes
of hepatic fibrosis rats was the decline in ability of proton-translocation across mitochondrial membrane and
membrane fluidity in hepatic. Notoginsenoside Rgl could prevent the occurrence and development of hepat-

ic fibrosis through increasing the ability of proton-translocation across mitochondrial membrane and mem-

brane fluidity of hepatic.
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