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Mosloflavone ameliorates high altitude-induced brain injury
via inhibiting oxidative stress and inflammation

LIU Rui' ,SHAO Jin® ,ZHAO Tong’ ,HE Lei*,MA Hui-ping”,JING Lin-lin**

"Cadre Ward , The 940th Hospital of Joint Logistics Support force of PLA ;> Department of Pharmacy , The 940th
Hospital of Joint Logistics Support force of PLA,The Lab of PLA for High Altitude Medicine ,Lanzhou 730050 ,China

Abstract : To assess the protective effect and underling mechanism of mosloflavone on brain damage induced by high altitude,
a brain damage model induced by hypobaric hypoxia (HH) was established and used to evaluate the effect of mosloflavone on
oxidative stress and inflammatory response related indexes and proteins in brain issue of mice after high altitude exposure.
The results indicated that prior administration of mosloflavone reduced the level of ROS and MDA ,elevated the GSH content
and activities of SOD,CAT and GSH-Px in brain tissue of mice following HH exposure. In addition, Mosloflavone could de-
crease the expression of IL-18 and TNF-«a and increase the expression of SOD1 and CAT in brain tissue. In summary,
mosloflavone exerted its neuroprotective effect on brain injury induced by HH in mice likely through scavenging free radical
and inhibiting the release of proinflammatory cytokines, which suppressing oxidative stress and inflammatory response in brain
tissue.
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Fig. 1  Chemical structure of mosloflavone
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Table 1  Effects of mosloflavone on the survive time of mice under normobaric hypoxia condition(; +s,n=10)
451 " LR A7 155 B ] IS
Group Dose(mg/kg) Survive time (min) Prolong rate( % )
B2 Model group 10 - 31.02+2.24 -
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10 250 39.56 £3.12* " 21.1
10 500 46.26 +4.24 " " 49.1

TE: SOERE I, © P <0.05, 7" P<0.01,
Note: “ P <0.05, " * P <0.01 vs model group.
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Fig. 2 Effects of mosloflavone on brain water
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Fig. 3 Effects of mosloflavone on the content of ROS and MDA in mice brain after HH exposure(; +s,n=6)
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Fig. 4 Effects of mosloflavone on the level of GSH,SOD,CAT and GSH-Px in mice brain after HH (; +s5,n=6)
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Table 2 Effects of mosloflavone on IL-18, TNF-« and IL-6 level in mice brain after HH exposure(x +s,n=6)
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Fig. 5 Effects of mosloflavone on the expression of SOD1 and CAT in mice brain after HH exposure(; +s,n=3)
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