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Protective effect and mechanism of action of genipin in lipopolysaccharide-induced inflamma-

tion and apoptosis in microglial cells
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Abstract: Objective To investigate the effect of genipin on lipopolysaccharide (LPS)-induced inflammation and apoptosis in BV-2
microglial cells and the underlying mechanism. Methods LPS was used to stimulate BV-2 cells to mimic inflammatory and apoptotic
responses in the central nervous system. BV-2 cells were divided into four groups: blank control group, genipin group, LPS group, and
LPS + genipin group. The inflammatory and apoptotic responses of the cells were determined by ELISA, RT-PCR, Western blot, and
flow cytometry. Results Compared with the blank control group, LPS significantly increased the levels of IL-6, IL-18, and TNF-« in
the supernatant medium and their mRNA levels in the cells. LPS also significantly upregulated the expression of the apoptosis protein
Bax, but significantly inhibited the expression of the anti-apoptosis protein Bel-2, resulting in a significantly increased cell apoptosis
rate. Genipin pretreatment effectively reduced LPS-induced upregulation of the inflammatory factors (1L-6, IL-18, and TNF-a) and
LPS-induced apoptosis of BV-2 cells. Conclusions Genipin can protect microglia from LPS-induced inflammation and apoptosis.
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X H Trizol H:4EHL B RNA | 4R J5 | ThermoNanoDrop
2000 F AR H i) RNA ¥ B 315 100 ng RNA iy
PRAR G, 15 30 e S il 6 47 30 5% 57, B 5 FH PCR R4S
NP SIBOT S AR SRS IR 1.

x1 3519575
Gene Primer sequences (53"
TNF-«a Forward; TCAACCTCCTCTCTGCCGTCAAG
Reverse;: TCCAGGTCACTGTCCCAGCATCT
IL-1B8 Forward; CACCTTCTTTTCCTTCATCTTTG
Reverse: GTCGTTGCTTGTCTCCTTGTAAC
IL-6 Forward; GCCTTCTTGGGACTGATGCTGGT
Reverse; GGTCTTGGTCCTTAGCCACTCCT
GADPH Forward; ACCACAGTCCATGCCATCAC
Reverse; TCCACCACCCTGTTGCTGTAG
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7 TNF-a IL-18 1L-6
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LPS 41 19.6 +2.1° 128 £11.6*°  16.1 +2.6°
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