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[Abstract] Objective To study the possible mechanism of 7-hydroxyethyl chrysin (7-HEC) on high altitude cerebral
edema (HACE). Methods A rat model of high altitude cerebral edema was established. The activity of superoxide dismutase
(SOD) and the content of malondialdehyde (MDA) in rat brain tissues were measured. The expression levels of apoptosis, cell cycle
and autophagy related proteins were detected by Western blotting to explore the protective effect of 7-HEC on high altitude cerebral
edema and its mechanism. Results Compared with the control group, the content of MDA in the brain tissue of the hypoxia model
group was significantly up-regulated; the activity of SOD was significantly down-regulated, the relative expression of CyclinD1,
CyclinE1l, CDK6 and CDK2, apoptotic proteins Bcl-2, PARP, and autophagy protein LC3-B were down-regulated; and the relative
expression of apoptotic protein Bax and autophagy protein P62 were up-regulated; the difference was statistically significant
(P<0.05); Compared with the hypoxia model group, the content of MDA was down-regulated and the activity of SOD was
significantly up-regulated in the 7-HEC administration group. The relative expression of CyclinD1, CyclinEl, CDK6, CDK2,
apoptotic proteins Bcl-2, PARP, autophagy protein LC3-B was up-regulated and the relative expression of apoptotic proteins Bax
and the relative expression of autophagy protein P62 was down-regulated in the 7-HEC administration group. The difference was
statistically significant (P<0.05). Conclusion 7-HEC has a certain protective effect on high altitude cerebral edema, and its
mechanism may be related to the regulation of cell cycle, autophagy, apoptosis and oxidative stress pathways.

[Key words] high altitude cerebral edema; oxidative stress; apoptosis; cycle; autophagy
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