558 1M Vol.55, No.1

oMK R (B D

2019 4 02 JOURNAL OF QINGDAO UNIVERSITY (MEDICAL SCIENCES) February 2019

T8 B AT LPS 5 % BV2 /MR T i i
JENE I W) 12 H

B, TAEHE, N, TRE, IMEX,BEXE
CT 8 2 SR DS 2 2/ B B B R ALK 758 266071)

(WE] Br HiNEFEE LS (HEP) MR 28 (LPS) % S (0 BV2 /N i BR 4 il 4 58 I b AR . 77 5%
WK FE BV2 /N A0 M B L4 Sk % R4 L LPS 41.20 mg/L HEP+ LPS 41 .40 mg/L HEP+ LPS 41 .60 mg/L
HEP+LPS 4,J5 3 A MM E HEP B9 1 ho T4 T 1 me/L B9 LPS AbBEAN M 6 h, >R FH DU B 3 2w i
CMUTT) 32 46 00 4% 20 40 B35 g, S B I 3 53 R 6 T 4 e 1o G T 10 4 Ji A -1 CIL-18) 1 i 98 3R BE I F-« (TN F-a )
mRNA %L, &R 1 mg/L % LPSH 20.40.60 mg/L i HEP X BV2 /] i 5t 40 Mg 36 71 3% A 52 i (F =0.59,
P>>0.05), LPS A& [ BV2 /NI 540 i 4 5 B F IL-18 #1 TNF-« mRNA #2835k V- (F =28.94.53.28,g =
5.908.,20.930,P<C0.01); 5 LPS ZH#H 1t ,20.40,60 mg/L # HEP i &b ¥ ¥ g 0 W40 LPS S IL-18 fl TNF-
a mRNA ik (¢=5.097~7.669,P<C0.01), Zit HEP W H B#MH LPSiE S M BV2 /N4 IL-18 A
TNF-« mRNA 33k, #R Hal g A B RIEN .

[RBEWR] PR BT /NPl 22 J00 5 40 5 Big 22 0828 s RO

[RESES] Q426;R592;R364.5 [XEIREFB] A [XEHS] 2096-5532(2019)01-0006-04 FHHER

doi:10.11712/jms201901002 [FHFZ(FRERSE)HRIREE (OSID)] |
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[ABSTRACT] Objective To investigate the effect of total flavonoids of Herba Epimedii (HEP) against lipopolysaccharide
(LPS)-induced inflammatory response in BV2 microglial cells.  Methods BV2 microglial cells were cultured using conventional
methods and then divided into control group. LPS group. 20 mg/L. HEP+LPS group. 40 mg/L. HEP+LPS group. and 60 mg/L
HEP-+LPS group. The cells in the latter three groups were pretreated with HEP for 1 hour and then treated with 1 mg/L LPS for
6 hours. MTT assay was used to measure cell viability, and real-time RT-PCR was used to measure the mRNA expression of inter-
leukin-18 (IL-13) and tumor necrosis factor-a (TNF-a). Results LPS at a concentration of 1 mg/L and HEP at concentrations
of 20,40, and 60 mg/L had no influence on the viability of BV2 microglial cells (F=0.59,P>>0.05). LPS significantly upregulated
the mRNA expression of inflammatory factors IL-18 and TNF-a in BV2 microglial cells (F = 28.94 and 53.28,¢ = 5.908 and
20.930,P<C0.01). Compared with the LPS group. the 20,40, and 60 mg/L. HEP+ LPS groups had significant reductions in the
mRNA expression of IL-18 and TNF-a induced by LPS (¢=5.097—7.669,P<C0.01).  Conclusion HEP can significantly inhibit
the mRNA expression of IL-18 and TNF-a induced by LPS in BV2 microglial cells, suggesting that HEP may have an anti-inflam-
matory effect.
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