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Abstract:Objective To investigate whether baicalin having the inhibitory effect on mice skeletal muscle
ischemia-reperfusion injury and whether the inhibitory effect being achieved by regulating mitochondrial dy-
namic balance. Methods Thirty Kunming mouse models were divided into the blank control group.ischemia-
reperfusion group, low, medium and high-dose baicalin intervention groups. Except for the blank control
group,the mice in the other groups were constructed the bilateral lower limb ischemia-reperfusion injury mod-
el,and different doses of baicalin solution were intraperitoneally injected for intervention. The ischemia-reper-
fusion group was replaced with physiological saline. The HE staining was used to detect the pathological dam-
age of skeletal muscle,and detected the gene and protein expression levels of mitochondrial fission protein 1
(FIS1) ,mitochondrial dynamics related protein 1 (DRP1),mitochondrial fusion protein (Mfn) 1,and Mfn2 in
skeletal muscle tissues of each group. At the same time,the levels of superoxide dismutase (SOD) , malondial-
dehyde (MDA) and glutathione (GSH) in skeletal muscle tissues of each group were detected. Results After

ischemia-reperfusion injury in both lower limbs of mice, the skeletal muscles of the lower limbs developed sig-
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nificant damage and inflammatory cell infiltration; compared with the blank control group,the gene and pro-
tein expression of FIS1 and DRP1,as well as the levels of MDA in skeletal muscle tissues of other groups were
significantly increased (P <C0. 05);the gene and protein expression of Mfnl and Mfn2 as well as GSH and
SOD levels were significantly reduced (P<C0. 05). After administering three doses of baicalin solution to inter-
vene in the mouse model, compared with the ischemia-reperfusion group,the DRP1 gene expression in the
high-dose baicalin intervention group was significantly decreased (P <C0. 05),while the DRP1 protein expres-
sion in the medium and high-dose baicalin intervention groups was significantly decreased (P <C0. 05) ,the lev-
els of GSH and SOD in the high-dose baicalin intervention group were significantly higher (P <C0. 05), while
the level of MDA in the high-dose baicalin intervention group was significantly lower (P<C0. 05). There was
no statistically significant difference in FIS1 gene and protein expression levels between different doses of ba-
icalin intervention groups (P =>0.05). The gene and protein expression of Mfnl and Mfn2 in different doses of
baicalin intervention groups showed a slight increase but no statistically significant difference (P~>0. 05). Con-
clusion After ischemia reperfusion injury of lower limb skeletal muscle in mice,the lower limb muscle group
develops the oxidative stress damage and mitochondrial dynamics unbalance. The inhibitory effect of baicalin

on skeletal muscle ischemia-reperfusion injury may be related to reduce the oxidative stress injury and inhibit

the DRP1 expression.
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