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[Abstract] Objective To investigate the effect of glycyrrhetinic acid (GA) on the biological behavior of

DOI:10.12083/SYSJ.220687

A B R B, W IR e, TR, a4 H RO R T N XS AR IR /N IR B A A ATl
FR R [ ). Hh S R 2 i 247, 2022, 25(6) : 668-673. DOI: 10.12083/SYSJ.220687

Reference information: LI Shan, LAN Rui rong, PAN Xiaoxian, WANG Caihong, HONG lJinsheng. Effect of
glycyrrhetinic acid intervention on the biological behavior of microglia after X-ray irradiation [J]. Chinese
Journal of Ptactical Nervous Diseases,2022,25(6):668-673. DOI:10.12083/SYSJ.220687

BAZE -



o [5] SE M A 24 RS 2022 4F 6 H S 25 3545 6 ¥ Chinese Journal of Practical Nervous Diseases Jun. 2022, Vol. 25 No. 6

microglia after X-ray irradiation and its mechanism. Methods Microglia BV2 cell was cultured in vitro and treat-
ed with different intervention groups: Glycyrrhetinic acid 1pg/mL+irradiation group (GA 1 weg/mL+IR group) ,
Glycyrrhetinic acid 10 pg/mL+irradiation group (GA 10 wg/mL+IR group), Blank control+radiation group (cont+
IR group) , Solvent control group +radiation group (DMSO+IR group), Dexamethasone 10 nmol / L+ radiation
group (Dex10nmol / L+IR group). Irradiation method: BV2 cells were irradiated with a dose of 4 Gy 6MV X-ray
after 3 hours of drug pretreatment, six hours later, we detected the content of ROS, secretion of IL-1(, expression
of caspase-1 and HO-1 in BV2 cells. Results After CCKS8 results showed that the survival rate of BV2 cells was
73.876% when GA concentration was 10 pwg/mL, and 67.226% when GA concentration was 1pg/mL.Flow cytome-
try results showed that ROS content in GA group (1 pg/mL) was significantly up-regulated compared with DMSO
group (14.567% vs 7.167%, P=0.025) after 4 Gy irradiation, but no significant differences was observed com-
pared with Dex group (10 nM) (14.567% vs 12.900% , P=0.995). ELISA results showed that the il-1 B level in
GA+IR group (GA 10pg/mL group) was the lowest (0.156) among the four groups.There was no significant differ-
ence compared with Cont+IR group (0.156 vs 0.212, P=0.131), DMSO+IR group (0.156 vs 0.176, P=0.999)
and Dex (10 nM) group (0.156 vs 0.184, P=0.961).Western blot analysis showed that the relative protein level
of Caspase-1 in GA+IR group was higher than that in Cont+IR group (0.147 vs 0.243, P=0.000), DMSO+IR
group (0.147 vs 0.590, P=0.000), Dex+IR (0.147 vs 0.565, P=0.000), while the relative protein level of HO-1
in GA+IR group (0.537) was up-regulated compared with other irradiation groups (P=0.000). Conclusion GA
can reduce the expression of Caspase-1 protein and raise the level of HO-1 protein in microglia after X-ray irradia-
tion, which indicated that GA can inhibit apoptosis and increase the antioxidant capacity of microglia in brain.

GA may have a certain neuroprotective effect in the process of radiation-induced brain injury, and provide a possi-

ble therapeutic mechanism for clinical treatment of radiation-induced brain injury.
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